Sclereedema is characterized by sudden onset of diffuse symmetrical hardening of the skin of the face, neck and upper arms. Rarely the trunk and the thighs are also affected. The skin changes reach their maximum within two weeks of their onset, and spontaneous complete remission within six months to two years occurs in the vast majority of cases. A. preceding febrile illness, often of streptococcal origin, is common. Systemic involvement has occurred in 20% of cases and invariably systemic effects resolve synchronously with skin improvement (Vallee 1946) . There may be pleural, pericardial and peritoneal effusions. Pericarditis was present in our case and does not appear to have been reported before. Histochemical studies may show swollen collagen fibres and increased mucopolysaccharides in the dermis.
The differential diagnosis is most important as the two conditions with which it is often confused, scleroderma and dermatomyositis, both have a sinister prognosis. In scleroderma early involvement of hands and atrophic or pigmentary skin changes are major distinguishing points. In dermatomyositis muscle weakness and tenderness, and a raised ESR, are constant features not seen in scleroedema. Amongst the investigations at that stage the rubella antibody titre showed a level of 1:256 and it was thought possible that intrauterine rubella might account for intrauterine growth retardation.
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At the age of 2 years she was still small, being below the third centile for height, weight and head circumference. Bone age normal. Over the next year her growth velocity slowed further and she wassadmitted for investigations.
On examination: Height 80.4 cm, weight 8.2 kgboth well below the third centile. Skin dry and scaly. No goitre or other abnormality. Investigations: Thyroxine 37 mmol/l (normal 59-138), serum TSH>64 ,uu/ml (normal 1.0-3.5), thyroglobulin/TRC titre 1:2560, thyroid microsomal/HA titre 1602, rubella antibody 1.256 (18.5.72) and 1.320(17.4.76). Treatment andprogress: She became biochemically euthyroid (TSH< 1.0 ,u/ml) on L-thyroxine 0.05 mg three times daily. Her height has increased by 9.4 cm in ten months.
Comment
Prolonged slow growth in utero has been shown to result in short stature (Fancourt et al. 1976 ). This child also developed hypothyroidism after the age of 2 years. The raised thyroid antibody titres are suggestive of a thyroiditis and it is possible that this is due to continuing rubella infection. If growth and development are slower than expected in children with congenital rubella, thyroid function should be assessed. [1435] [1436] [1437] Cold Urticaria R G Pearse MB MRCP (for Professor J W Scopes FRCP DCH) (St Thomas's Hospital, London SEI 7EH) S C, girl aged 1O History: Three times in the previous year she had collapsed while swimming. An attack started with her skin becoming pink, wherever it was immersed, 8-10 minutes after entering the water. The skin was smooth and was as if 'dye had been poured all over her'. Her vision then became blurred and she felt faint although she did not lose consciousness. She had vomited on one occasion. She also became abnormally pink when playing outside in cold weather.
Her parents had also noticed that problems occurred only when the water temperature was below 80°F (26.7°C).
Past and family history: Nothing relevant. Until she was 9 years old, swimming, in even the coldest water, had not worried her. On examination: A pleasant, lively, intelligent girl. General examination unremarkable. Blood pressure 110/70 lying, 105/70 standing. No abnormality detected in cardiovascular, respiratory or central nervous systems. Palpation of abdomen normal. Investigations: Hb, WBC, cold agglutinins, paraproteins, immunoglobulins, cryoglobulins, mycoplasma antibody titre, electron microscopy of plasma sediment, chest X-ray and ECG all normal.
On immersion in a bath of water at 18.5°C the submerged skin became very erythematous after 4 minutes. At 8 minutes she shivered vigorously and her pulse rose rapidly from 80 to 130/min. At this point the water was let out of the bath: her blood pressure fell from 110/70 to 65/0 and she felt faint and looked extremely ill. The blood pressure and pulse returned to normal over the following 25 minutes, by which time she felt better and the skin erythema had subsided.
When an ice cube was placed over the skin of the upper arm for 15 minutes a characteristic wheal and flare response was obtained together with the so-called 'pseudopods', caused by cold water from the melting ice running off the arm.
Etiology
Cold urticaria has been recognized for over 100 years and serious study began with the classic work of Duke in 1924. It is one of a group of diseases in which urticaria is 'produced in response to exposure to physical agents.
Two types of cold urticaria occur. The first appears in infancy and is inherited as an autosomal dominant gene. This is rare, making up about 5 % of cases. The second type is more common and there are over 90 cases in the literature. From these cases it appears that urticaria may begin at any age and may continuefor any length of time from a few weeks to years. No common factors have been implicated in either the appearance or disappearance of symptoms.
The local effects of cold have long been considered to be due to the release of histamine and histamine-like substances into the skin. Horton et al. (1936) have shown that exposure of an area of skin to cold releases into the circulation a substance which produces the manifestations of histamine shock, and this has been confirmed by direct measurement of serum histamine levels. Degranulation of skin mast cells and basophils has also been demonstrated (Juhlin & Shelley 1961) . The passive transfer Prausnitz-Kustner test, in which serum from a patient is injected intradermally into a normal control, is positive in just over 50% of cases. This suggests that an antigen is normally produced in the skin in response to exposure to cold, aqd that this has induced the production of a specific circulating antibody in patients with this condition. Houser et al. (1970) have shown that the agent responsible is IgE and the same substance has been implicated in dermographism.
The chain of events thought to occur is that cold induces antigen production (even in normal skin) and that this causes IgE release in these patients which acts on tissue mast cells and circulating basophils causing histamine release and thus skin urticaria and systemic symptoms.
Treatment
(1) Avoidance of cold is obvious but not always practical.
(2) Desensitization: It was first noted by Duke and has subsequently been confirmed that reapplication of the cold stimulus to an area of skin recently cold-stressed resulted in a less marked response with each application. However, this 'refractory period' is very variable between patients, and seldom lasts longer than 12 hours. Desensitization has been used successfully in some patients, starting with cooling a small area of skin and gradually increasing the area exposed until the whole body is tolerant. The patient described by Leigh et al. (1974) is apparently symptom free but taking a cold shower for 5 minutes every 12 hours.
(3) Prevention of histamine release has now become feasible with the discovery of the group of drugs known as the cromones, of which disodium cromoglycate is well known. Unfortunately it is of no use in this condition because of the difficulty of getting it to the site where it is needed. A year ago there was news of a systemically active compound which could be taken orally. This was the substance 3-5-tetrazolyl-thioxanthone-10-10-dioxide (doxantrazole). However, recent studies have been much less encouraging and although it appears safe its duration of action is too short for it to be of any benefit in cold urticaria. It would seem, however, that a systemically active cromone will be the most satisfactory approach to treatment of cold urticaria.
(4) The use of antihistamines has helped to moderate both the local and systemic reactions in a few patients but was unsuccessful in our patient.
